When multiple pathology exists, the individual components can be hard to manage.
CASE HISTORY
A man aged 57 was admitted having been found collapsed on the street. On examination, he was unconscious with a Glasgow coma scale of 5. He had a dense left-sided hemiparesis. Bony features of acromegaly were noted, together with soft-tissue wasting and evidence of a proximal myopathy. He had no goitre or dysthyroid eye signs. Blood pressure was 200/110 mmHg.
His initial endocrine investigations (see Box 1 for key to abbreviations) showed a raised serum GH of 238 mU/L and a low-normal serum IGF-I of 13.7 nmol/L (normal range 11±43.2). He was thyrotoxic (TSH undetectable, free thyroxine 59.9 pmol/L, free tri-iodothyronine 13.4 pmol/L). On further investigations he proved to have secondary hypogonadism (testosterone 0.4 nmol/L, LH50.5 U/L, FSH 0.7 U/L). Prolactin (583 mU/L) and cortisol (691 nmol/L) were normal. Thyroid microsomal and thyroglobulin antibodies were strongly positive.
We subsequently learned that one month earlier his general practitioner had suspected that he was acromegalic and noticed signs of cardiac failure. He had arranged an IGF-I (18.2 nmol/L), TSH (0.3 mU/L) and thyroxine (16.9 pmol/L), all of which were normal, and triiodothyronine (3.0 pmol/L), which was low. Since the initial specimen for GH was haemolysed, the blood tests were repeated one week before admission, by which time he had become thyrotoxic (TSH50.1, free thyroxine 59.3, free tri-iodothyronine 11.4). His random serum GH was raised (208 mU/L).
A magnetic resonance scan of his brain revealed a dense right-sided cerebral infarct and a 25 mm pituitary tumour, which was adjacent to a 12 mm calci®ed thrombosed left internal carotid artery aneurysm (Figures 1 and 2 ). There was cardiomegaly on the chest X-ray and an echocardiogram showed a dilated left atrium and ventricle with reduced ejection fraction.
He was transferred to the intensive therapy unit for ventilation, where he received carbimazole and testosterone replacement. Despite the poor ejection fraction, he maintained a satisfactory cardiac and urinary output throughout his admission. However, in view of his echocardiogram ®ndings and his hypertension, he was treated with diuretics and ACE inhibition. His conscious level returned to normal over the next week and he began stroke rehabilitation. After ®ve weeks of carbimazole treatment his thyroid hormones fell into the normal range. A repeat 0900 h cortisol was 455 nmol/L indicating adequate adrenal reserve. Despite nasogastric feeding and an improvement in his nutritional status, his IGF-I levels remained between 6.9 and 18.4 nmol/L. GH day pro®le showed levels persistently in excess of 300 mU/L. The diagnosis of GH resistance was substantiated by further investigation of his GH±IGF axis which revealed low levels of free IGF-I at 0.013 nmol/L (normal range 0.11±0.98), IGF binding protein-3 (IGFBP-3) 1.36 mg/L (2.08±4.31) and acid labile subunit 5.7 mg/L (11.8±26.9). In contrast, IGFBP-2 levels were raised at 986 mg/L (224±454) while IGFBP-1 levels were normal at 68.8 mg/L (25.2±129.3).
He had a further stroke eight weeks after admission and died.
COMMENT
The combination of stroke and endocrine disorders made the management of both challenging. The most likely cause of his stroke was an embolism from the internal carotid artery aneurysm. However, we suggest that the stroke was related to his acromegaly and thyrotoxicosis.
The stroke may have been linked to his acromegaly through the rare association between acromegaly and intracerebral aneurysms 1±3 . The aetiology linking these two conditions is not established but may relate to turnover of collagen. This is increased in acromegaly and results in a de®ciency in type III collagen, which has been linked with the development of intracerebral aneurysms 1 .
The thyrotoxicosis may have contributed to the cause of his stroke. Systemic emboli occur in 10±40% of patients with thyrotoxicosis and atrial ®brillation; however, even in the absence of atrial ®brillation, thyrotoxicosis is a risk factor for the development of emboli. Therefore anticoagulation is recommended in the absence of atrial ®brillation if there is a history of previous emboli, valvular heart disease or left atrial enlargement (as in our patient).
Although there is an association between acromegaly and thyrotoxicosis, the two conditions are unlikely to have been linked in our patient. Acromegaly is not associated with an increase in the prevalence of thyroid autoantibodies and so we believe that the Graves' disease was unconnected. His immediate management, in terms of improving cardiorespiratory function, was made more dif®cult by his thyrotoxicosis, since this has adverse cardiac effects which can lead to high-output cardiac failure. Thyrotoxicosis could also have been responsible for the myopathy, which possibly impeded recovery from the stroke. Finally, the risks of a subsequent stroke were further increased by the thyrotoxicosis. Though his acromegaly was not relevant to immediate management, it may have increased the risks of a further stroke. The presence of pronounced GH resistance, as de®ned by low serum IGF-I in association with raised GH levels, was curious and its aetiology remains unclear. The patient was a recluse and showed signs of malnutrition on admission. Chronic undernutrition has profound effects on the GH±IGF axis, which results in GH resistance. However, despite nasogastric feeding and improvements in nutritional status, IGF-I remained below or at the lower end of the reference range. Catabolic illness results in acquired GH resistance and may explain the low IGF-I levels on admission 4 . However, his IGF-I levels were low a month before admission and remained so despite an initial recovery from his stroke. The effect of thyrotoxicosis on the GH±IGF axis is controversial, but seemingly thyrotoxicosis does not result in a fall in serum IGF-I 5 . Ultimately, this patient had one pathology too many.
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Ligament and tendon injuries around the foot and ankle are common in dancers and ballerinas 1, 2 , but rupture of the ankle extensor retinaculum has not previously been reported.
CASE HISTORY
A professional ice dancer aged 17 had a sudden pain in her right ankle while skating and was unable to continue. When seen in the orthopaedic clinic two weeks later the foot was painful and she was worried by an abnormal`band' that appeared over the anterior aspect of her right ankle when she pulled her foot up. On examination there was a palpable defect in the inferior part of the ankle extensor retinaculum, through which the tendon of tibialis anterior seemed to bowstring. This was accentuated by ankle dorsi¯exion (Figure 1 ). The ankle was therefore explored surgically.
At operation the superior limb of the inferior part of the extensor retinaculum was found to have ruptured, allowing a normal-appearing tibialis anterior tendon to bowstring through. The rest of the extensor retinaculum was intact. The superior limb of the inferior extensor retinaculum was then reconstructed with a segment of fascia lata harvested
